Introduction
In recent years, there has been a large volume of literature relating to disorders of the seventh cranial nerve. Understandably, idiopathic facial paralysis (Bell's palsy) has received more attention than the traumatic lesions though, as regards diagnostic methods and treatment, the two groups have much in common. The intention here is to outline only the complex problem of the injured nerve and to do this briefly, for the subject has been treated more extensively elsewhere (Potter and Braakman, 1976) .
It needs to be emphasized that the literature is abundant in claims and assertions, and that there is debate about the mechanism of delayed traumatic paralysis, as there is about that of Bell's palsy. The practical value of various tests for facial denervation is both believed and doubted; and there is much consequent disagreement about the precise place of surgical exploration of the injured nerve.
With these considerations in mind readers are referred, for their own critical assessment, particularly to the selected papers from the 2nd International Symposium on Facial Nerve Surgery published in volume 95 of the Archives of Otolaryngology (1972) . It should be noted that the title of the symposium implies a bias towards surgery, and that it had been claimed elsewhere that 'Otolaryngologists are the keepers of the facial nerve' (Graves and Tabb, 1971 (Potter, 1964) .
The mechanism of delayed paralysis is not clear, but it seems likely that one or more of the following factors are responsible. The nerve may be compressed by its own increasing swelling within its unyielding fibrous sheath or epineurium (Jongkees, 1972) . This swelling may be a delayed response to trauma to the nerve itself, or secondary to damage to its surrounding vasculature resulting in delayed arterial spasm or arterial or venous thrombosis. There may also be external compression of the nerve by expanding haematoma fluid (Turner, 1944) , or by oedema of the loose fibrous tissue and periosteum between the nerve itself and the bony wall of its canal (Hazama et al., 1972) .
A third or mixed group of cases may also be seen (Potter, 1964) , where some degree of immediate weakness is noticed which may even show some recovery before the delayed process sets in and, after an interval, causes a worsening or even a completion of the paralysis.
In recorded series of delayed facial palsy the prognosis has been good.
Incidence
In Turner's (1944) seventy war-time cases of facial palsy complicating closed head injury, the incidence was 5%. But in civilian hospitals, where many patients with mild concussion are admitted for a night or two, the proportion is understandably less. In a personal series of 2712 consecutive and unselected cases of head injury, the author (Potter, 1964) found an incidence of almost exactly 1%. Of the twentyseven patients, twenty-four were male and only three female. Their ages ranged from 4 to 61 years (average 29), and there was no relationship between the incidence or severity of the facial palsy and the length of the post-traumatic amnesia. Rowbotham, 1964) , and the testing of such functions as those subserved by the chorda tympani (taste on the anterior two-thirds of the tongue), the nerve to the stapedius (stapedial reflex), and by the greater superficial petrosal nerve (tear production) will indicate lesions proximal or distal to the points at which these nerves enter or leave the fallopian canal. For a general review of these tests, readers are referred to the paper of Langerholm, Moritz and Toremalm (1971) (Briggs and Potter, 1967, 1971) . The prognosis for this form of palsy is, however, generally so good that the justification is not great for the routine use of such a prophylactic measure, which is not entirely innocuous.
Expectant treatment
The basis for the attitude of those who favour a wait-and-see policy (they are mostly neurologists and neurosurgeons) is that, in the vast majority of all cases of traumatic facial palsy, there is spontaneous recovery (Turner, 1944; Rowbotham, 1964; Potter, 1964 Haynes, 1956; Kettel, 1959; Jongkees, 1972) , and technical advances have been considerable in the 50 years since Ballance and Duel (1932) Following operations on the cerebellopontine angle, a purposely sacrificed facial nerve may be grafted in the way described by Drake (1972) 
Conclusions
It may be suggested that something fundamental is usually overlooked in the pursuit of any thera peutic approach which aims to re-establish conduction in the facial nerve after denervation has occurred. Restoration merely of muscular movement and power unilaterally is not enough when it is the synchronous co-ordination of emotional expression on the two sides of the face that is all-important. Any comparison with the satisfactory suture of, say, a divided ulnar nerve is of only partial validity; for in the hand, muscular power and facility are the important components, whereas-at any rate in the average Englishman's hand-the ability to convey emotional expression is dispensable (Potter, 1964) .
